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A rare association of tuberculous liver abscesses with bilateral transudative pleural effusion, ascites and
venous thromboembolism in a 22-year-male is reported. While the BACTEC culture and polymerase
chain reaction of the aspirate from liver abscess were positive for mycobacterium tuberculosis, all the
reports of pleural ﬂuid and ascitic ﬂuid were negative. The bilateral pleural effusion and the ascites may
be due to a non-tuberculous cause like hypoalbuminaemia. The ﬁnding of venous thromboembolismwas
incidental.
 2009 Elsevier Ltd. All rights reserved.1. Introduction
Tuberculous liver abscess is the least common presentation of
hepatic tuberculosis and is usually secondary to pulmonary or
gastrointestinal tuberculosis.1 Tuberculous liver abscess with
unilateral exudative pleural effusion have been reported.2,3 The
association of tuberculous liver abscess with bilateral pleural
effusion and venous thromboembolism has not been documented
so far. We report an unusual case of tuberculous liver abscesses
with bilateral transudative pleural effusion, ascites and the venous
thromboembolism.2. Case report
A 22-year-old male presented with fever and cough of two
months duration. Sputum was scanty and mucoid. Fever was
intermittent and low grade. He had right leg swelling of one year
duration. Since his area is endemic for ﬁlariasis, anti-ﬁlarial treat-
ment was given for leg swelling. Medical history was unremark-
able. On physical examination, he was thin built, undernourished
and looked unwell. There was no digital clubbing or signiﬁcant
lymphadenopathy. Right leg was swollen and was pitting on
pressure. Vital data were stable. Chest examination was suggestive
of bilateral pleural effusion. Abdomen was mildly distended with: þ91 820 2571934.
rinath).
rved.hepatosplenomegaly; there was no tenderness. Urine analysis was
not signiﬁcant. Bood examination revealed hemoglobin of 11.2 g/dl,
total leukocyte count of 15,700/mm3 with a differential of 83.6%
neutrophils and 10.2% lymphocytes. Mantoux test result was
negative. All the sputum smears and cultures were negative for
bacteria and mycobacteria. Blood chemistry showed random blood
sugar of 96 mg/dl, total serum protein of 5.1 g/dl (Albumin 2.5 g/dl),
lactate dehydrogenase (LDH) of 654 U/L, total bilirubin of 1.6 mg/dl,
aspartate aminotransferase of 33 U/L, alanine aminotransferase of
16 U/L and alkaline phosphatase of 638 U/L. A chest x-ray showed
bilateral pleural effusion, minimal on left side. A 12-lead electro-
cardiogram and transthoracic echocardiogram ﬁndings were
normal. Ultrasound examination of abdomen showed enlarged
liver with focal hypoechoeic areas, splenomegaly and ascites. The
axial section of contrast enhanced computed tomography (CECT) of
chest (Fig. 1a) showed bilateral pleural effusion and abrupt nar-
rowing of the left descending branch of pulmonary artery, a feature
of pulmonary embolism and this ﬁnding was better seen in the
coronal section of the CT scan (Fig. 1b). CECT of abdomen (Fig. 2)
showed two subcapsular hypodense lesions, one measuring
5.4 4.5 cm in the bare area of the liver (segment VII) and the other
measuring 6.6 4.3 cmwithin segment VIII of the liver. The Duplex
ultrasound examination of the swollen right leg (Fig. 3) showed the
organized thrombus within the right femoral artery surrounded by
the collateral blood vessels. The anti-phospholipid antibodies were
negative. There was no homocysteinuria. The complete thrombo-
philic workup was not possible due to lack of facility in our insti-
tute. An ultrasound-guided percutaneous needle aspiration of liver
Fig. 3. The Duplex ultrasound showing the organized thrombus within the femoral
artery surrounded by the collateral blood vessels.
Fig. 1. (a) The axial section of CECT scan of chest showing bilateral pleural effusion and
the abrupt narrowing of descending branch of the left pulmonary artery (white arrow).
(b) Better view of abrupt narrowing of the descending branch of left pulmonary artery
through the coronal section of CECT scan of chest (white arrows).
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liver aspirate revealed acid-fast bacilli (4–6 per ﬁeld). Bacterial
culture of the liver aspirate was sterile at 72 h. At thoracentesis,
pleural ﬂuid was thin and serous. Pleural ﬂuid analysis showed
protein of 1.7 g/dl, LDH of 251 U/L, glucose of 68 mg/dl, adenosine
deaminase (ADA) of 11 U/L and 57% lymphocytes. Ascitic ﬂuid was
also thin and its analysis showed protein of 1.5 g/dl, LDH of 113 U/L,Fig. 2. The CECT of abdomen showing two hypodense lesions in the liver and the
ascites.ADA of 12 U/L and 53% lymphocytes. Serology of HIV, HBsAg and
Entamoeba histolytica were negative. Polymerase chain reaction
(PCR) for Mycobacterium tuberculosis DNA was positive in the liver
aspirate and was negative in both pleural ﬂuid and ascitic ﬂuid. The
liver abscess aspirate on BACTEC culture grew Mycobacterium
tuberculosis after two weeks of incubation. All the smears and
cultures of pleural ﬂuid and ascitic ﬂuid were negative. The cyto-
logical examination of the liver aspirate showed non-caseating
epitheloid granuloma. Patient responded well to the antitubercu-
lous treatment with isoniazid, rifampicin, pyrazinamide and
ethambutol. The liver abscesses decreased in size on ultrasound
examination at the end of fourweeks. However, the leg swelling did
not improve despite warfarin therapy.3. Discussion
Tuberculous liver abscess is difﬁcult to suspect clinically as its
symptoms and signs are nonspeciﬁc. Frequently, the tuberculous
liver abscess is misdiagnosed as pyemic or amoebic. Imaging
features of hepatic tuberculosis are nonspeciﬁc but calciﬁcations
were seen in approximately 50% cases.4 Lymphopenia in our
patient may be a reﬂection of impaired cell mediated immunity
which often predisposes to tuberculosis. Before the advent of
imaging techniques like ultrasonography, the detection of focal
liver lesions was difﬁcult. Currently, localization and aspiration of
liver abscess has become simple and safe under the ultrasound
guidance. In case of tuberculous liver abscess, the histologic or
microbiologic evidence of tuberculosis is not uniform in all cases. In
localized forms of hepatic tuberculosis, the PCR assay of the liver
tissue has proved to be the most useful rapid diagnostic tool.5 In
a recent study on hepatobiliary tuberculosis, the PCR was diag-
nostic in 92% cases compared to other methods (Smears 56%;
culture 76% and histology 65%).6 Jaundice is infrequent in focal
hepatic tuberculosis and may occur due to obstruction of bile
ducts.7 Our patient did not have gross derangement of liver func-
tion. The chemotherapy of hepatic tuberculosis is same as other
forms of tuberculosis.8 Occasionally, surgical excision and catheter
drainage of liver abscess may be needed to promote early healing.9
In our patient, the negative reports of the pleural effusion and the
ascites suggest that the co-existing hypoalbuminaemia could be the
cause. The clinical history and the nature of thrombus in the lower
limb suggests that the pulmonary thromboembolism might have
occurred earlier and the current illness is due to tuberculosis. The
detection of pulmonary thromboembolism in our case may be
K. Gowrinath et al. / Respiratory Medicine CME 3 (2010) 276–278278incidental but its congenital risk factors could not be evaluated
completely. An inherited risk factor of thrombophilia may be found
in upto 30% cases of venous thromboembolism compared to about
10% in general population.10 In conclusion, the use of ultrasound
and the PCRmay lead to early diagnosis of tuberculous liver abscess
but the CECT scan may demonstrate the liver abscesses as well as
concomitant conditions like venous thromboembolism.
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